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750 Abstractsdisease. It is strongly suggested to be an etiological factor in
Buerger disease. In this study we examined the invasive
effect of Pg infected thrombus on the rat arterial and
venous wall.
Methods: Nine male Wister rats (15-16weeks, 650-750g)
had both iliac arteries exposed while under general anes-
thesia. Then the proximal sites of the arteries were ligated
using a monoﬁlament nylon suture, and then phosphate
buffer saline, a low (1x107CFU/ml) and high (1x108 CFU/ml)
density Pg solution was injected respectively into each of
the rats. The distal sites were ligated in the same fashion.
One hour, one week, 18 days and 30 days after the injec-
tion, both iliac arteries were resected and examined. The
iliac vein was injected in the same fashions into two male
rats and resected after three hours and 2 weeks. The saline
case was examined 30 days after the injection. A micro-
scopic study was performed after hematoxylin-eosin and
elastic staining.
Results: Infected thrombi formation with granulocytes,
lymphocytes or monocytes was observed one hour and one
week after arterial injection. A specimen taken one week
after a low density injection showed that the intimal surface
was covered with thrombus cells. In high density, the in-
ternal elastic lamina was invaded and partially destroyed. In
18 days, the elastic lamina split or thickened, and the
thrombus became organized with recanalization. In 30 days,
we could see chronic phase-like Buerger disease pathology.
The vein specimen showed thrombosis and internal elastic
separation as shown in the phlebitis migrans of Buerger’s
disease.
Conclusion: Infected thrombus with Pg invades the intimal
surface and intimal elastic lamina which resembles Buerger
disease pathology. However, in fewer than 18 days, all
active invasion stops. This experimental study suggests that
an infected thrombus with periodontal bacteria (anaerobic
and weak) is the pathogenesis of Buerger disease. These
facts are based on our discovery of periodontal bacterial
DNA from the occluded Buerger disease patients’ arteries
and veins. From our study, and others, it is clear that both
platelets and monocytes transport the fresh Pg in the
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Introduction: Ischemia/reperfusion (I/R) injury, the para-
doxical increase of tissue damage that occurs upon resto-
ration of blood supply to ischemic tissue, is the primary
cause of organ dysfunction after stroke, myocardial infarc-
tion, and organ transplantation. Despite a plethora of suc-
cessful preclinical interventions, no intervention proved
effective in the clinical context; pointing to incomplete
understanding of human I/R injury. Ischemia and reperfu-
sion is an inherent consequence of kidney transplantation,
and underlies delayed graft function (DGF) following
transplantation. DGF is rare in the context of living donor
transplantation but common in deceased donor procedures.
It was thus reasoned that differences between living- and
deceased donor grafts provide insight into processes driving
clinical I/R injury.
Methods: Metabolic status was evaluated in kidney bi-
opsies (taken at base line and 45 minutes post reperfusion)
as well as through repeated assessment of arterio-venous
concentration differences over the donor graft. Urine pro-
duction (living donors), the transcriptome (deceased do-
nors) and development of delayed graft functions were end
points in the study. An effect of ischemia on mitochondrial
function was evaluated by high resolution respirometry.
Results: Results show that while living donor kidneys
exhibit an immediate metabolic recovery upon reperfusion,
results for the deceased donor grafts were heterogeneous
with a mediocre metabolic recovery in grafts that did not
develop DGF, but metabolic incompetence in grafts that did
develop DGF. Further evaluation showed that this meta-
bolic inadequacy relates to extensive mitochondrial
dysfunction following reperfusion. Pre-treatment of human
renal biopsies with SS-31, a mitochondrial stabilizing pep-
tide, preserved mitochondrial function following simulated
I/R.
Conclusion: Results from this evaluation suggest that, in the
context of kidney transplant ischemia reperfusion injury is
caused by a profound metabolic incompetence due to post
ischemic mitochondrial dysfunction. This results in impaired
tissue homeostasis and a transcriptional and translational
anergy. Strategies aimed at reducing ischemia reperfusion
damage should aim at preservation of metabolic
competence.
